We analyzed with EEG-video monitoring the epileptic activity recorded during the latent and chronic periods in rats undergoing 30 or 120 min pilocarpine-induced convulsive status epilepticus (SE). Interictal discharges frequency in the entorhinal cortex (EC) of animals exposed to 120 min SE was significantly higher in the chronic than in the latent period. Following seizure appearance, interictal spikes diminished in duration in the CA3 of the 120 min SE group, and occurred at higher rates in the amygdala in all animals. Rats exposed to 120 min SE generated shorter seizures but presented twice as many non-convulsive seizures per day as the 30 min group. Finally, seizures most frequently initiated in CA3 in the 120 min SE group but had similar onset in CA3 and EC in the 30 min group. These findings indicate that convulsive SE duration influences the development of interictal and ictal activity, and that interictal discharges undergo structurespecific changes after seizure appearance.
Introduction
Temporal lobe epilepsy (TLE) is a progressive disorder that results from brain insults such as status epilepticus (SE), febrile convulsions, encephalitis, or trauma early in life (French et al., 1993; Gloor, 1991; Nearing et al., 2007) . The pre-epileptic state-which presumably reflects an epileptogenic process-is known as latent period while the epileptic condition is commonly defined as chronic period (Blume, 2006; Cavalheiro et al., 2006) . TLE patients are often unresponsive to antiepileptic drugs (Wiebe et al., 2001) , and present with a typical pattern of brain damage known as Ammon's horn sclerosis (or mesial temporal sclerosis) that is characterized by neuronal loss in hippocampus and parahippocampal structures such as the entorhinal cortex (EC) and amygdala (Engel, 2001; Gloor, 1991) .
Similar progressive changes occur in animals experiencing SE induced by injection of drugs such as pilocarpine (Turski et al., 1983; see for review: Cavalheiro et al., 2006; Curia et al., 2008) or kainate (BenAri and Cossart, 2000; Bertram and Cornett, 1994) as well as by repetitive electrical stimulation of specific brain areas (Gorter et al., 2001; Mazarati et al., 2002) . In these models, SE is defined as the acute period and may correspond in patients to the so-called "initial precipitating injury" (Mathern et al., 2002) . The pilocarpine model of TLE is highly homologous to the human disease; animals present with spontaneous recurrent seizures that appear after the latent period, and they exhibit morphological damages in hippocampus and related brain regions (Biagini et al., 2008; Du et al., 1995; Turski et al., 1983) . Moreover, seizures are poorly controlled by antiepileptic drugs (Glien et al., 2002) .
To date, experiments in this model have been performed on rodents experiencing pilocarpine-induced SE of different durations. However, little effort (but see Biagini et al., 2006; Klitgaard et al., 2002) was made to address the question whether SE length does influence the epileptogenic process and/or the characteristics of the epileptic activity recorded during the chronic state. Moreover, none of the studies conducted to date in the pilocarpine or other animal models of TLE addressed the questions whether interictal activity is different during the latent and chronic period, and how this process might be influenced by SE length. Indeed, the role of interictal spikes in epileptogenesis or in seizure generation remains unclear (see Avoli et al. 2006; Staley and Dudek, 2006) . Our experiments were, therefore, carried out to evaluate the influence exerted by the duration of the pilocarpine-induced SE on the characteristics of interictal spikes generated during the latent and chronic periods as well as on the features of the seizures observed during the chronic stage. To this aim, we performed continuous surface and depth brain EEG-video monitoring up to 20 days in rats that had experienced 30 or 120 min long convulsive SE following pilocarpine intraperitoneal (i.p.) injection.
Material and methods

Animal preparation
Experiments were carried out in adult male Sprague-Dawley rats (weighing 275-300 g) that were housed under controlled environmental Neurobiology of Disease 40 (2010) [478] [479] [480] [481] [482] [483] [484] [485] [486] [487] [488] [489] 
